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INFORMATION DISCLOSURE STATEMENT 
(SUBMISSION AFTER FILING OF AN APPLICATION 
BUT BEFORE FINAL REJECTION OR NOTICE OF ALLOWANCE 
OR CONCURRENTLY WITH A RULE 1.114 RCE APPLICATION) 



Commissioner for Patents August 18, 2005 

P.O. Box 1450 

Alexandria, VA 22313-1450 

Sir: 

Pursuant to 37 C.F.R. §§ 1.97 and 1.98, applicant (s) hereby 
submit (s) an Information Disclosure Statement for consideration 
by the Examiner. 

I. LIST OF PATENTS, PUBLICATIONS OR OTHER INFORMATION 

The' patents, publications, or other information submitted 
for consideration by the Office are listed on the PTO-1449(s), 
attached hereto. 



II. COPIES (check at least one box) 

a. £<] Copies of cited U.S. patents and patent 

application publications are not included. Copies 
o^f foreign patent documents and non-patent 
literature are included. 

b. □ Some or all of the documents listed on the PTO- 

1449 are not enclosed because they were cited in 
the International Search Report and copies should 
already be in the PTO file. If copies are needed, 
please contact the undersigned. 
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III. CONCISE EXPLANATION OF THE RELEVANCE 
(check at least one box) 

a. g| DOCUMENTS IN THE ENGLISH LANGUAGE 

The patents, publications, or other information 
listed on the attached PTO 1449 are in the 
English language and therefore, do not require a 
statement of relevancy. 

b. □ DOCUMENTS NOT IN THE ENGLISH LANGUAGE 

A concise explanation of the relevance of all 
patents, publications, or other information 
listed that is not in the English language is .as 
follows : 



C. □ ENGLISH LANGUAGE SEARCH REPORT 

An English language version of the search report 
or action that indicates the degree of relevance 
found by the foreign office is attached, thereby 
satisfying the requirement for a concise 
explanation. See MPEP 609 (III) (A) (3) . 

d . □ OTHER 

The following additional information is provided 
for the Examiner's consideration. 
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IV. 



FEES 

THIS IDS IS BEING FILED UNDER 37 C.F.R. § 1.97(b) 
(check one box) 



a. □ within three months of the filing date of a 

national application (37 C.F.R. § 1.97(b)(1)). No 
fee or statement is required. (This section is 
not to be used with RCE's.) 

b. □ within three months of the date of entry of the 

national stage as set forth in § 1.491 in an 
international application (37 C.F.R. 

§ 1.97(b)(2)). No fee or statement is required. 

c. □ concurrently with the filing of a Request for 

Continued Examination under § 1.114 (37 C.F.R. 
§ 1.97(b)(4)). No fee or statement is required. 

d. ^ before the mailing date of a first Action on the 

merits (37 C.F.R. § 1.97(b)(3)). No fee or 
statement is required. 

In the event that a first Office Action on the 
merits has been issued, please consider this IDS 
under 37 C.F.R. § 1.97(c) and see the statement 
under 37 C.F.R. § 1.97(e) below, or, if no 
statement has been made, charge our deposit 
account in the amount of $180.00 as required by 
37 C.F.R. § 1.17 (p) . 



V. □ " THIS IDS IS BEING FILED UNDER 37 C.F.R. § 1.97(c): 
(check one box) 

j 

before the mailing date of a Final Office Action under 37 
C.F.R. § 1.113 (See 37 C.F.R. § 1.97(c)(1)) or before the 
mailing date of a Notice of Allowance under 37 C.F.R. 
§ 1.311 (See 37 C.F.R. § 1.97(c)(2)). 

a. □ No statement; therefore, a fee in the amount of 

$ 180. 00 as required by 37 C.F.R. § 1.17(p). 

or 

b. □ See the statement below. No fee is required. 
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VI. STATEMENT UNDER 37 C.F.R. § 1.97(e) (check only one box) 
The undersigned hereby states that 

a. □ each item of information contained in the IDS was 
first cited in any communication from a foreign 
Patent Office in a counterpart foreign 
application not more than 30 days prior to the 
filing of this IDS; or 



b. □ each item of information contained in the IDS was 

first cited in any communication from a foreign 
Patent Office in a counterpart foreign 
application not more than three months prior to 
the filing of this IDS; or 

c. □ no item of information contained in the IDS was 

cited in a communication from a foreign Patent 
Office in a counterpart foreign application, and, 
to the knowledge of the person signing the 
certification after making reasonable inquiry, no 
item of IDS was known to any individual 
designated in 37 C.F.R. § 1.56(c) more than three 
months prior to the filing of the IDS. 

d. □ Some of the items of information were cited in a 

communication from a foreign Patent Office. As to 
this information, the undersigned states that 
each item of information contained in the IDS was 
first cited in a communication from a foreign 
Patent Office in a counterpart foreign 
application not more than three months prior to 
the filing of this IDS. As to the remaining 
information, the undersigned hereby states that 
no item of this remaining information contained 
in the IDS was cited in a communication from a 
foreign Patent Office in a counterpart foreign 
application and, to the best of my knowledge 
after making reasonable inquiry, was known to any 
individual designated in 37 C.F.R. § 1.56(c) more 
than three months prior to the filing of this 
statement . 
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VII. PAYMENT OF FEES (check one box) 

□ A check in the amount of $180 . 00 as required by 37 
. C.F.R. § 1.17 (p) is enclosed for the above-identified 

fee . 

□ Please charge Deposit Account No. 02-2448 in the 
amount required by 37 C.F.R. § 1.17(p) for the above- 
indicated fee. This paper is submitted in triplicate. 

^ No fee is required. 



If the Examiner has any questions concerning this IDS, 
he/she is requested to contact the undersigned. If it is 
determined that this IDS has been filed under the wrong rule, 
the PTO is requested to consider this IDS under the proper rule 
and charge the appropriate fee to Deposit Account No. 02-2448. 

If necessary, the Commissioner is hereby authorized in 
this, concurrent, and future replies, to charge payment or 
credit any overpayment to Deposit Account No. 02-2448 for any 
additional fees required under 37 C.F.R. § 1.16 or under § 1.17; 
particularly, extension of time fees. 

Respectfully submitted, 

BIRCH, STEW^T,>^(p3^ASCH & BIRCH, LLP 




eonara R. Svensson, #30, 330 



P.O. Box 747 

LRS/lmt Falls Church, VA 22040-0747 

4 614-0160PUS1 (703) 205-8000 

Attachment (s) : PTO-1449 

^ Documents 

□ Foreign Search Report 

□ Fee i^^fy*ai«tt.cofr«^^ 

□ Other: periled with the United States Postal * fi «* 

Su, mail, postage prepaid, in - ""Si 

^or Patents, P.O. Box 1450. Mtxvrtn*, 



BIRCH, STEWART. KOLASCH & BIRCH. LLP 





(Signature) — 

&dMMoi«anaMMr 
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OTHER DOCUMENTS (Include Maine of the author (in CAPITAL LETTERS), title of the article (when appropriate), title of the item (book, magazine, 



journal, serial, symposium, catalog, etc.) date, page(s), volume-issue number(s), publisher, city and/or country where published. 

Blocking IL-1: Interleukin 1 receptor antagonist in vivo and in vitro, Charles A. Dinarello, et al., Immunology Today, Vol. 12 
No. 11 199, pp. 404-410 

Involvement of Interleukin 1 and Interleukin 1 Antagonist in Pancreatic B-Cell Destruction in Insulin-Dependent Diabetes 
Mellitus, Thomas Mandrup-Poulson, et al., Cytokine, Vol. 5, No. 3 (May), 1993 pp. 185-191 

II- 1 Receptor Antagonist Serum Levels Are Increased in Human Obesity: A Possible Link to the Resistance to Leptin?, 
Christoph A. Meier,et al., The Journal of Clinical Endocrinology & Metabolism 87(3): 1 184-1188 

Hyperglucemia-Induced B-Cell Apoptosis in Pancreatic Islets of Psammomys obesus During Development of Diabetes, Marc Y. 
Donath, et al., Diabetes, Vol. 48 April 1999, 738-744 

Pyrrolidine Dithiocarbamate Prevents IL-1 -Induced Nitric Oxide Synthase mRNA, but not Superoxide Dismutase mRNA, in 
Insulin Producing Cells, F.J. Bedoyua, et al., Biochemical and Biophysical Research Communications, Vol 210, No.3 1995, 
pp.816-822 

Role of the NF-kB Pathway in the Pathogenesis of Human Disease States, Yumi Yamamoto and Richard Gaynor, Current 
Molecular Medicine 2001, 1, pp. 287-296 

Cyokines Activate the Nuclear Factor kB (NF-kB) and Induce Nitric Oxide Production in Human Pancreatic Islets, Maline 
Flodstrom, et al., Federation of European Biochemical Societies 285 (1996) 4-6 

Glucose-induced B cell Production of IL-IB contributes to Glucotoxicity in Human Pancreatic Islets, Kathrin Maedler, et al., 
The Journal of Clinical Investigation, Sept 2002, Vol. 110, Number 6, pp. 851-860 

Hyperglycaemia as an Inducer as well as a Consequence of Impaired Islet Cell Function and Insulin Resistance: Implications 
for the Management of Diabetes, R.H. Under, et al., Diabetologia, (1985) 28: 119-121 

Monolayer Culture of Adult Rat Pancreatic Islets on Extracellular Matrix: Modulation of B-Cell Function by Chronic Exposure 
to High Glucose, Nurit Kaiser, et al., Endocrinology, Vol. 129, No. 4, pp. 2067-2075 

Chronic Hypergycemia Is Associated with Impaired Glucose Influence on Insulin Secretion, A Study in Normal Rats Using 
Chronic In Vivo Glucose Infusions, L. J. Leahy, et al., J. Clinical Invest, Vol 77 March 1986, pp. 908-915 

Perspective in Diabetes, Type II Diabetes, Glucose "Non-Sense," and Islet Desensitization, R. Paul Robertson, Diabetes, Vol 
38, December 1989, pp. 1501-1505 

Glucose Toxicity, Luciano Rossetti, M.D., et al., Diabetes Care, Vol 13, No. 6, June 1990, pp. 610-630 
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DATE CONSIDERED 
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Pro\\&ed Exposure o^uman Pacreatic Islets to High Glucose Concentrations in Vitro Impairs the B-Cell Function, Decio L. 
E\\z\r\^j{]^^0m Invest., Vol. 90, October 1992, pp. 1263-1268 




Impaired B-Cell Functions Induced by Chronic Exposure of Cultured Human Pancreatic Islets to High Glucose, Sonya 
Marchak, et al., Diabetes, Vol 48m June 1999, pp. 1230-1236 




oiucose inauces o-ueii Apopiosis via upreguiation oi ine ras Kecepior in numan isiets, Natnnn iviaeaier, et ai., Diabetes, 
Vol. 50, August 2001, pp. 1683-1690 




illgll VJlUCUbC V^dUbvd /ApupiUala 111 V^UllUiCU nUIIlall r ailLICallL IMclS OI l^angcillans, rV rUlCnilal rVUIC IOr rvcgUlallun OI opcClUC 

Bel Family Genes Toward an Apoptotic Cell Death Program, Massimo Federici, et al., Diabetes, Vol. 50, June 2001, pp. 1290- 
1301 ^ J 




Glucose and Tolbutamide Induce Apoptosis in Pancreatic B-Cells, Ioulia B. Efanova, et al., The Journal of Biological 
Chemistry, Vol 273, No. 50, Issue of December 11, pp.3350 1-33507 




Distinct Effects of Saturated and Monounsaturated Fatty Acids on B-Cell Turnover and Function, K. Maedler, et al., Diabetes, 
Vol 50, January 2001, pp. 69-76 




Long Term Effects of Aminoguanidine on Insulin Release and Biosynthesis: Evidence That the Formation of Advanced 
Glycosylation End Products Inhibits B Cell Function, Yuji Tajiri, et al., Endocrinology, Vol 138, No. 1, pp. 273-280 




Preservation of Insulin mRNA Levels and Insulin Secreation in HIT Cells by Avoidance of Chronic Exposures to High Glucose 
Concentrations, R. Paul Robertson, J. Clin. Invest, Vol 90, August 1992, pp. 320-325 




Differentiating Glucose Toxicity From Glucose Desensitization: A New Message From the Insulin Gene, R. Paul Robertson, et 
al., Diabetes Center and the Division of Diabetes, University of Minnesota Medical School 




The Role of Interleukin-1 in the Pathogenesis of IDDM, T. Mandrup-Poulsen, Diabetologia (1996) 39: pp. 1005-1029 




Cytokines Cause Functional and Structural Damage to Isolated Islets of Langerhans, T. Mandrup-Poulsen, et ah, Allergy 1985, 
40, pp. 424-429 




Cytoxicity of Human pi 7 Interleukin-1 for Pancreatic Islets of Langerhans, Klaus Bendtzen, et al., Science, Vol 232, pp. 1545- 
1547 




Interleukin 1 Dose-Dependently Affects the Biosynthesis of (pro) Insulin in Isolated Rat Islets of Langerhans, G.A Spinas, et al., 
Diabetologia, (1987) 30: pp. 474-480 




Affinity-Purified Human Interleukin I is Cytotoxic to Isolated Islets of Langerhans, T. Mandrup-Poulsen, Diabetaologia,(1987) 
29: pp. 63-67 




Low Concentrations of Interleukin - 1 Stimulate and High Concentrations Inhibit Insulin Release from Isolated Rat Islets of 
Langerhans, Giatgen A. Spinas, et al., ACTA Endocrinologia (Copenh) (1986), 113: pp.55 1-558 




Mouse Islet Cell Lysis Mediated by Interleukin-1 -Induced Fas, K. Yamada, et ah, Diabetologia (1996) 39: pp. 1306-1312 




Interleukin-1 B-Induced Formation of EPR-Detectable Iron-Nitrosyl Complexes in Islets of Langerhans, John A. Corbett, et al., 
The Journal of Biological Chemistry, Vol 266, No. 32, pp. 21351-21354 




Adenoviral Gene Transfer of the Interleukin-1 Receptor Antagonist Protein To Human Islets Prevents IL-IB-Induced B-Cell 
Impairment and Activation of Islet Cell Apoptosis In Vitro, Nich Giannoukakis, et al., Diabetes, Vol. 48, September 1999, pp. 
1730-1736 




Prevention of Beta Cell Dysfunction and Apoptosis Activation in Human Islets by Adenoviral Gene Transfer of the Insulin- 
Like Growth Factor, N. Giannoukakis, et al, Gene Therapy (2000) 7, pp.20 15-2022 




Human Islets of Langerhans Express Fas Ligand and Undergo Apoptosis in Response to Interleukin-1 B and Fas Ligation, Anne 
C. Loweth, et al., Diabetes, Vol 47, May 1998, pp. 727-732 




Cytotoxic Effects of of Cytokines on Human Pancreatic Islet Cells in Monolayer Culture, Alexander Rabinovitch, et al., Journal 
of Clinical Endocrinology and Metabolism, Vol 71, No. 1, pp.1 52-1 56 
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jgsTancreatic B Cells for Fas-Mediated Destruction in Insulin-Dependant Diabetes Mellitus, Giorgio Stassi, et 
$L?Vol. 186, Number 8, October 20, 1997, pp. 1 193-1200 



Interleukin- IB-Induced Nitric Oxide Synthase Expression by Rat Pancreatic B-Cells: Evidence for the Involvement of Nuclear 
Factor kB in the Signaling Mechanism, Guim Kwon, et al., Endocrinology, Vol 136, No. 11, pp. 4790-4795 



Cytokine Induction of Fas Gene Expression in Insulin-Producing Cells Requires the Transcription Factors NF-kB and C/EBP, 
Martine L Darville, et al., Diabetes, Vol 50, pp 1741-1748 



Cytokines Activate the Nuclear Factor kB (NF-kB) and Induce Nitric Oxide Production in Human Pancreatic Islets, Malin 
Flodstrom, et al., Federation of European Biochemical Societies, 385, (1996) pp.4-6 



Improved Human Islet Isolation Using a New Enzyme Blend, Liberase, Elina Linetsky, et al., Diabetes, Vol 46, July 1997, pp. 
1120-1123 



Human Islet Transplantation, Jos6 Oberholzer, et al., Transplantation, Vol 69, No. 6, March 27, 2000, pp. 1115-1123 



Automated Method for Isolation of Human Pancreatic Islets, Camillo Ricordi, et al., Diabetes, Vol 37, April 1988, pp. 413-420 





Monolayer Culture of Adult Rat Pancreatic Islets on Extracellular Matrix: Modulation of B-Cell Function by Chronic Exposure 
to High Glucose, Nurit Kaiser, et al., Endocrinology, Vol 129, No. 4, pp. 2067-2076 




Apoptosis-Inducing Membrane Vesicles, Satoshi Jodo, et al., The Journal of Biological Chemistry, Vol. 276, No. 43, Issue of 
October 26, 2001, pp. 39938-39944 




Nitric Oxide Synthase Is Not a Constituent of the Antimicrobial Armature of Human Mononuclear Phagocytes, Markus 
Schneemann, et al., The Journal of Infectious Diseases, 1993, 167, pp. 1358-1363 




Identification of Programmed Cell Death In Situ via Specific Labeling of Nuclear DNA Fragmentation, Yael Gavrieli, et al., 
The Journal of Cell Biology, Vol 119, Number 3, November 1992 pp 493-501 




N-Terminal DNA-Binding Domains Contribute to Differential DNA-Binding Specificities of NF-kB p50 and p65, Michel B. 
Toledano, et al., Molecular and Cellular Biology, Feb. 1993, Vol 13, No. 2, pp. 852-860 




How NF-kB is Activated: The Role of the IkB Kinase (IKK) Complex, Michael Karin, Oncogene, (1999) 18; pp.6867-6874 



B-Cell Death During Progression to Diabetes, Diane Mathis, et al., Nature, Vol 414, Dec. 2001 pp. 792-798 



Evidence of Islet Cell Autoimmunity in Elderly Patients with Type 2 Diabetes, Massimo Pietro, et al., Diabetes, Vol 49, Jan. 
2000, pp. 32-38 

Antibodies to Glutamic Acid Decarboxylase Discriminate Major Types of Diabetes Mellitus, Merrill J. Rowley, et al., 
Diabetes, Vol 41, April 1992, pp. 548-551 

The Accelerator Hypothesis: Weight Gain as the Missing Link Between Type I and Type II Diabetes, T. J. Wilkin, 
Diabetologia (2001) 44: pp 914-922 

Processing of Engulfed Apoptotic Bodies Yields T Cell Epitopes, Matteo Bellone, et al., The Journal of Immunology 1997, 
159:pp. 5391-5399 

Perspectives in Diabetes Neonatal B-Cell Apoptosis, A Trigger for Autoimmune Diabetes?, Jacqueline D. Trudeau, et al., 
Diabetes, Vol 49, January 2000 pp. 1-7 

Activation of Intraislet Lymphoid Cells Causes Destruction of Islet Cells, Paul E. Lacy, et al., American Journal of Pathology, 
Vol 138, No. 5, May 1991, pp 1183-1190 



The Intraislet Macrophage and Type I Diabetes, Paul E. Lacy M.D., The Mount Sinai Journal of Medicine, Vol 61, No. 2, 
March 1994, pp. 170-174 

Potential Role of Resident Islet Macrophage Activation in the Initiation of Autoimmune Diabetes, Marc Arnush, et al., The 
Journal of Immunology, 1998, 160: pp. 2684-269 1 

Pancreatic B-Cell Damage Mediated by B-Cell Production of Interleukin- 1, Monique R. Heitmeier, et al., The Journal of 
Biological Chemistry, Vol 276, No. 14, April 6, 2001, pp. 11151-11 158 
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\A nnnrvtp I^Hemoat+ractant Profpi n _ 1 ic PvnrpccpH in PanrrpntiV Tel otc frnm Pr£*rl i a np»ti r> ^lOPi \/ficp anrl In T\Jf o»>1 aiXin ID 
iviuilULyiC V^llClUUdlU dLldlll riUlCin-1 IS CxprcSSCU 111 railCrcallC 1 SI CIS IlOnl rTcUiaueilL IWLt 1VIILC auQ in llNlcriCUKliI' iD m 

exposed Human and Rat Islet Cells, M.-C Chen, et al., Diabetologia (2001) 44: pp. 325-332 




B-Cell Anontosis and Defense Mechanisms I essons from Tvne 1 F)iahetes Derin I Fliyirik et al Dinhatp? \Zni ^f) ?»n n / 

Feb.2001,pp.S64-S69 j 




Cytokines Induce Anontosis in B-Cells Isolated From Mire I arkinp the Indneihle Isoform of Nitric Oxide Svnthase fiNOS-/-^ 

wl\IIIVJ 111UUVV ix|W|VI.W JI>J III U V_/V'1I<J 1 JulUivU 1 IVsllI IVilvW LidvlV III £^ LI 1 w lllUUwlUlv 1 JV/1 Vl 111 VI 1 1 111 Iv V/AIU& J UWIdoW y 1 1 N W O / 1 , 

Dongbo Liu, et al., Diabetes, Vol. 49, July 2000, pp. 1116-2000 




Nitric OyiHe Production and Fas Surface Fynreccion \4eHiate Tu/n TnHenpnHpnt Pathwavc of f\ztokinp_TnHiiceH N/lurinp R (~*o\\ 
i^iiiiv v/Aiut i luuutuuii cuiu i aa jui late L>Aijica5iuii ivicuiaic i wu mucpciiuviii rauiwaya ui \^y lUMiic-inuuv^cu iviurmc d-v^C1I 

Damage, Urs Zumsteg, et al., Diabetes, Vol. 49, Jan. 2000, pp. 39-47 




Protection of Human Tcletc Trom thp Fffpctc nf TntPt"lpnL r in 1 D V\\r AHpnrwsiral Hpiip Troncfler nf an T1/-D Danroccnr 1 

n uicLLiuii ui nuiiiaii imcis iiuiii mc miccis ui inicricUKin- 1 d oy Auenuvirai vjene iransicr 01 an ikd ixeprcssor, i\icn 
Giannoukakis, et al., The Journal of Biological Chemistry, Vol. 275, No. 47, Issue of Nov. 24, 2000, pp. 36509-36513 . 




Nitric OyiHp \z1pHiatPC fvtoHne-InHliceH Inhihitinn nf Tnculin Qpr>rptidn Y\\r Human Iclpfc nfl anprKanc Tnnn A Pr\rKptf pt al 

lMiuu uaiuc ivicuiaicb \^y lUNiiic-iiiuu^cu iiiiiiuiiiun ui insuiiii occrciiun oy n uiiiaii isicis oi L>ancrnans, jonn a. v_.orucii, cr ai., 
Proc. Natl. Acad. Sci. USA, Vol. 90 pp. 1731-1735, March 1993 Medical Sciences 




Hvnerplvcemia-Indnced Activation of Nuclear Transcrintion Factor If R in Vascular Smooth MiiccIp f"VI1c I^iran l^nmiir pt al 
'vr^'bv^' 1 " 0 iiiuuttu cviai vauuu ui iNuticai 1 laiisui ijjituii I atlul Mj ill v dstuial olllUUlli iviuscic V^CUs, rvllall rvUlllal, Cl al., 

Diabetes, Vol. 48, April 1999, pp. 855-864 




Inhihition of Cvtokine-Indnced NF-kR Activation hv AHenovinm-MpHintpH Fvnrcccion of a NF-kR ^nnpr.Rpnrpccnr Prpvpntc 
iinuuiLiuii \jl wiviiiv iiiuutvu iyi rvu /A^iivaiiuii uy avuchuvii uo ivicuiaicu c<Auicboiuii \Ji a i > r ivd Ljuucr-rvcurcaaur rrcvciiis 

B-Cell Apoptosis, Harry Heimberg, et al., Diabetes, Vol.50, Oct. 2001, pp 2219-2224 1 




iuiiuaz.uiuic v^uiiipuuiiud riuici/i /\gdiiiai iiucricuKin iD-inuuLcu d-\^cii /\popiosis, ocrgci v. z^aiiscv, ei ai., uiaoeies, vol du, 
Suppl. 1, Feb. 2001, pp. S70-S76 ^ ! 




TmnrovpH Rpt9-i p11 Function q tt pr Intpncivp Tnculin Trpotm pnf in Qe*\re*re* \lnn Inculin Hpnpn^pnf niaKotoc Doniomin c*r c»+ 

impiuvcu Dcid-v_/Cii ruiiL/iiuii diicr iiuciibivc iridUiin l rcduneni in oevere iMon-insuiin-ucpcnucni uiaDctes, Dcnjamin \jiaser, ei 
al., ACTA Endocrinologica, (Copenh) 1988, 118: pp. 365-373 




R _{~~* pi 1 T~)pftpit Cl n H TncrPCicprI R./^pII Annntncic in Humane \ X / i t \i Ti;r\o 0 ni^Kotor A lavon e\m t7 D * \ t\ uf ol ni'/i/i/i^nn f/„ / C ~> 

D-^eii L/ciiLii ana incrcasca D-t^cii /\popiosis in numans wun iype z uiaoeies, Aiexanara c. ouner, et ai., Diabetes, vol. jz, 
January 2003, pp. 102-110 




Parl\/ r^i ffprpnti a 1 F^pfpctc r\f Tnculin Caprpfinn anrl A/->fir*n in 10 Voir f ^\ 1 A Pni loocion \4 a « \\/Vtr> I_J »-»/-! f DirfU \\ I at 

cdny uiiicreniidi Lieiecis or insunn oecretion ana Acuon in ly-rear-uia Caucasian Men wno riao low tsirtn weignt, 
Christine B. Jensen, et al., Diabetes, Vol. 51, April 2002, pp. 1271-1280 




A CTe-OenenHpflt Tmnnct of 7vorncitv anH Rirth \X/pi rrht An Tnculin Qpr»rptir\n anrl Inculin A r»tir»n in Turinc P Prtnlcom at al 

cv& c L/cpciiuciii iiiipdLi oi ^ygosuy dnu oinn weigni on insunn oecreuon ana insunn Acuon in i wins, r. rouisen, ei ai., 
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